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PI Discuss cardiac pathological lesions in rheumatic fever and mention the 
complications, 

► Cardiac pathologi cal lesions: "pancar ditis" 



possible 



a* 



b- 



Pericardium : 

- Serous or serofibrinous pericarditis in the form of fibrin threads on both 
pericardial layers giving a " bread and butter " appearance on separation, 

- Fate; fibrinolysis or fibrosis with diffuse adhesion or localized (milk spots). 

Myocardium: 

- Myocarditis 

* Gross: enlarged heart , flabby v/ith scattered pin head size pale grayish foci which 

appear after four weeks. 



» 



E/M; 



Aschoff nodules "pathognomonic lesion of this disease". 



✓ s 



it& within the interstitial connective tissue between the muscle fibers and 



c- 



in relation to blood vessels 
^ Composition; necrosed collagen with fibrin deposition , surrounded by 
lymphocytes , macrophages , modified histiocytes ( Aschoff giant cells J 

anc * mo d*ficd mesenchymal cells ( antischow ceels or caterpillar cells ) 

Endocardium : 

Endocarditis : 



/ 



Mural, e n d Q gg fd j u r n , inflammation of the endocardium lining the cardiac 
chambers especially U, at of left atrium, which is : 

• Swollen , oedematous and red. 

Thrombosis due to erosion by the flowing blood. 

(MacCalJum ^ patch): focus of rough wrinkled endocardium of the 

posterior aspect 

/ infla mmation nf V ai VM | nr nni , 

1- Acute- ^-T^QdQCardfurn ( Rheumatic Valvulitis ) 

oss : 

Valves are swollen ^ 

Specially * * 0n Qested and oedamatous 

* Rho , fm *♦ dna aortic valves 

Rheumatic vegetations • 




- Gross : 

s Site : "" 

ciiong the line of closure 2*3 mm from the free margin 

Firmr/ adherent to the atrial surface of the mitral valve or ventricular surface of 

aortic valve 



^ Shape : multiple beaded thrombi 
^ Size : pin head size 
s Never emboli 



- Microscopic : 

v Aseptic and formed of platelets and fibrin with lymphocytes , p asma celts 
and aschoff giant ceils in the subendocardium 



2- Chroni c rheumatic valvulitis : 

- Fibro calcific thickening with intercommissural adhesions of the in vol .ed /a! ;e 
leading to marked stenosis ( fish mouth or button hole ) or regurgitation 

- Cordae tendenae : 

• Thickened 

• Fused 

• Shortened 

leading to funnel shape appearance of the valve 
/* Possible complications : 

- Acute heart failure 

- Congested lung and pulmonary hypertension 
• Embolism from mural thrombus 

- Infective endocarditis 

June 2013 

[2j Abchoff.s nodule is formed of ... ... ~ •— — — ™ *- — - * - 

1 - Necrosed collagen v/ith fibrin deposition, surrounded by lymphocytes, 

macrophages. 

2- Modified histiocytes { Aschoff giant cells ). 

3- Modified mesenchymal cells ( antischow cells or caterpillar cells ). 

Midyear 2006 

[3] Define giving one example: endocarditis, 

> Def.: Inflammation Of mural or valvular endocardium. 

r Example.: acute bacterial endocarditis. j|H 

14 
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ABE = Acute Bacterial Endocarditis 1 


Organism 


Highly virulent (can attack normal heart) 


Age . 50 60 y __ . .... j 


causes - Pyogenic M/C is staph, aureus - Fungal if 1 immunity • — | 


Gross j 


• Usually mitral & aortic valve -» ulcer or perforation ~~ 

• Large bulky, globular vegetation 

• Friable, easily detachable -» emboli -* Pyaemic abscess 


j 1 - Acute suppurative inflam. + ulcer. " j 

MP - Vegetation = platelets + fibrin + bacteria j 


Fate& 

Comp. 


• Local; cusp ulcer, perforation or rupture. ~~i 

• General; septic emboli — * Pyaemic abscess 
Toxaemia, septicaemia, pyaemia 

- - J 



Se p 2013^ 

[4j Compare: acute and sub-acute bacterial endocarditis. 



ABE = Acute Bacterial 
Endocarditis 



SABE = Sub acute Bacterial Endocarditis 



Or tism VTLI ^ ent ( can attack norma! Low virulent 

l '■ heart) ! 



Age 50 - 60 v 



Young & children 



" - - 

Causes ~/°9 an j c M/C is staph, aureus Non Pyogenic as strept. Viridans follow tooth 

-rungal if , immunity extraction 



Gross 















Usually mitral & aortic valve — » 
ulcer or perforation 

• Large bulky, globular vegetation 

• Friable, easily detachable — 
emboli — * Pyaemic abscess 
’Acute suppurative inflam. + ulcer 

• Vegetation = platelets + fibrin + 
bacteria 

• Local, cusp ulcer, perforation or 
rupture 

• General; septic emboli - 
Pyaemic abscess 

• Toxemia, septicaemia, 
pyaemia 



sterile emboli 






• Usually mitral & aortic 

• Less bulky 

• Friable, easily detachable 
infarction 

- Fibroblastic proliferation 

- Vegetation - platelets + fibrin + polymorphs + 
bacteria 

1 Worsening of pre-existing heart disease due to 
healing of the valvular lesions with scaring. 

1 Sterile emboli — » infarction or mycotic 
aneurysm in cerebral , superior mesenteric , 
renal and limb arteries. 

Allergic vasculitis: 

►skin: splinter haemorrhage , Osier nodules 
-* Sidney: focal GN 

petechial haemorrhage in skin , retina 



‘ 
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serous sacs , conjuctiva and mucous 
membrane 

General manifestation of toxaemia 

Cause of death: CHF, RF, emboli, 2ry bacterial 
infection. 



May 2010 



[5) Compare between acute rheumatic valvulitis and sub 



acute bacterial endocarditis 



Acute rheumatic valvulitis 



SABE = Sub acute Bacterial 
Endocarditis 



Organism 



Group A p-hemolytic streptococci 






Low virulent organism 

As strept. Viridans follow tooth 
extraction . 



Age ; 5-1 5 years 



Young & "'hiiuren 



Gross valve 



• Site: 

- Along the line of closure 2-3 mm from the 
free margin 

-Firmly adherent to the atrial surface of the 
mitral valve or ventricular surface of aorti$ 



- Usually mitral & aortic valves: . 

* 

• Less bulky than acute type 

• Friable, easily detachable — sterile 
emboli -► infarction 







- Vegetation ’’aseptic" = platelets + fibrin + 
lymphocytes, plasma cells and aschoff giant 
cells in the sub endocardium. 




- Fibroblastic proliferation of 
underlying valve. 

- Vegetation = platelets + fibrin + 
polymorphs + bacteria. 
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Fate & 
Comp. 



- If persist — » {chronic rheumatic valvulitis} 



- Fibro calcific thickening with inter 
commissural adhesions of the involved 
valve leading to marked stenosis (fish mouth 
or button hole) or regurgitation 

• Cordae tendenae ; 

• Thickened • Fused « Shortened 

Leading to funnel shape appearance of the 
valve 

- Acute heart failure 

- Congested lung and pulmonary 
hypertension 

* Embolism from mural thrombus 

- Infective endocarditis 



• Worsening of pre-existing h eart 

: disease due to healing of the valvu| ar 

I lesions with scaring r 

I • Sterile emboli -> infarction or 

; mycotic aneurysm in cerebral 

: superior mesenteric , renal and limb 
1 arteries 

I 

• Allergic vasculitis 

-♦Skin: splinter haemorrhage , Osier 
nodules 

-» Kidney: focal GN 

-♦Petechial haemorrhage in skin 
retina , serous sacs , conjuctiva and 
mucous membrane 

• General manifestation of toxaemia j 

* Cause of death : CHF, RF, emboli, 

2ry bacterial infection 



SEP 2012, 2014 



(6) Compare between vegetations of acute rheumatic valvulitis and acute bacterial 
endocarditis. 

Discussed before 

Sep 2008 



en d° car ditis, discuss in details the pathology of subacute bacterial 

' Types; 

1* Rheumatic endocarditis 

w C ^ ive enc,ocar ditis , which may be acute or sub-acute bacterial endocarditis 

o- Non-bacterial thrombotic endocarditis 
4 ' Atypical verrucous endocarditis 
5- Valvular lesions in carcinoid syndrome 

31 0l ° 9y 0f sub * acute bacterial endocarditis * 

Discussed before 
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[8] Give reasons, rupture of infracted area of left ventricle commonly occurs 4-7 days after 
infarction. 

o As the infracted area at this time is very weak due to: 

r A PP earance °f macrophages with early disintegration and phagocytosis of nuclear debris 
' Appearance of granulation tissue at the edge of infarction 

Sep 2012 



[9] Explain: the occurrence of myocardial infarction without occlusion of the stenosed arteries. 

^ May be explained as follows : 

1- Stenosed artery + excessive exertion lead to increased heart rate and decreased 
02 flow with consequent myocardial infarction without thrombosis 

2- Reversible transient ischeamia + stenosed artery leads to impairment of 
myocardial contractility and myocardial infarction 

3- During night : slow heart rate + stenosed artery leads to diminished coronary 
perfusion followed by myocardial infarction 



(10) Compare between: benign and malignant hypertension. 





Benign hypertension 

■ I ■ M 


Malignant hypertension 


% Age 


- Common i 

-Above age of 50 


- Rare 

-Mainly young adult 


j Course 


-Slowly progress (years) - 
<200/100 


-Rapidly progressive (fatal) -serious 
fe.g. 280/1 SO 


• Organs 
Affected 


- Heart: It. atrium &lt. vent. 
Hypertrophy 

- Kidney: benign nephrosclerosis 
= arteriolosclerotic = 1 ry 
contracted kidney 


f Headache, blurred vision, retinal he ± 
papilledema 

- Heart: usually normal size 

- Retinal dysfunction 

- Kidney: changes in distal interlobular & 
afferent arterioles -* glomerulus * rupture 
-♦hematuria & Flea bite hges 
(malignant nephrosclerosis) 


MP 


Arterioles esp. kidney showing: 

-Intimal thickeninq: dtfCT. 
►Hyalinosis: 

• Patchy then all circumference 

• Sub endothelial then all layers 
except endoth. 

- Elastosis: t elastic tissue 


Arterioles esp. kidney showing: 

- Fibrinoid necrosis=necrosis+plasma 
constituent 

- Endotheliosis: 

“ — " - - 

• Concentric thick intima -*■ endarteritis -- 
narrowing 

• Best seen in interlobular aa of kidney 



* -’S 



page i a 









Written Exams & Answers of Pathology | IbnkhalHn^ 



-CHF45% 

-Coronary insuff. 45 % 
COi) Cerebral (mainly hge) 5% 
-RF 5 % 



1 poor prognosis 
-RF 95% 
-Cerebral (hge) 
-Coronary 
i -CHF 





MIDYEAR 2006 _ 

[l l] Define aneurysm. Mention the different etiological types. 

r Def' abnormal localized dilatation of an artery , vein or heart. 

> Types: 

a- True aneurysm : wall is formed by one or more layers of the affected vessels 
e.g. congenital aneurysm, syphilitic aneurysm, mycotic aneurysm. 
b~ False aneurysm : the wall is formed of connective tissue which is not a part of a 
vessel E.g. Pulsating hematoma, arteriovenous fistula. 

Midy ear 2007 

(1 2] Enumerate causes of right ventricular failure. 



1- Chronic lung disease: - 

- Emphysema. 

- Ayerza's disease "bilharzial or syphilitic". 

- Fibrosis (TB, silicosis, bronchiectasis). 

2- It. sided Heart Failure. 

3- MS "mitral stenosis". 

4* Pulmonary Stenosis or Pulmonary incompetence. 

5- Congenital Heart Disease as Fallot’s tetralogy ^Ventricular Septal Defect 



JULY 20 11 

[ 1 3) List the complications in atherosclerosis. 

1- The aorta: 

h- m Wa ^ ,:iecornes dilated i.e. atheromatous aneurysm 

In thp m a* ° m . ° S ' S ma ^ 0CCUI w 'di detachment and embolic manifestations 

In the medium sized: 

a- Narrowing of the lumen leading to ischemia 

places tead C,US * W ^ thr ° mbosis or hem orrhage or ulceration of the 
ptaques leading to cut of blood supply ( infarction ) 



2 - 
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[1 41 Compare between: true aneurysm and false aneurysm. 





True aneurysm 


False aneurysm 


Wall 


Formed by one or more layers of the 
affected vessels 


— — 

The wall is formed of connective tissue 

which is not a part of a vessel 


fypes ■ 


1- Congenital aneurysm 

2- Syphilitic aneurysm 

3- Mycotic aneurysm 

4- Atheromatous aneurysm 

5- Dtssceting aneurysm 

6* Aneurysm of poly arteritis nodosa 


1- Pulsating hematoma 

2- Arteriovenous fistula 

1 - - 



SEP 20 i3 : ^1HI 

[1 5l Complete: cause of death in aortic aneurysm is 

' r Haemopericardium with cardiac tamponade 
"r Mediastinal hemorrhage 
> Haemothorax 

' Abdominal hemorrhage depending on the site of rupture 

SEP 2 011 

[ ' °\ A 10 year female complained of pharyngitis and after 2 weeks. She developed arthritis of 
the knee joint and the skin rash. Clinical examination showed tachycardia and pericardial rub. 

a-What is the most likely diagnosis? 

Rheumatic fever 

b- What are the serological tests you recommend that help in the diagnosis of this case? 

- Antistreptolysin 0 titre 

- C reactive proteins in blood 

- E.S.R 

c-Explain the pathogenesis of the disease. 

- Occur after a latent period of 2-3 weeks following a Respiratory infection by group A fj- 
hemolytic streptococci 

- M protein on surface of strept. Evoke immune reaction -+ production of antibodies 
that cross react with human cardiac muscle and valve components and joints of body. 
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d-What is the pathognomonic lesion of this disease. 

_ -■ 

Asch of f nodules.) 

„ Site: within the interstitial connective tissue between the muscle fibers and in 
relation to blood vessels. 

✓ Composition: necrosed collagen with fibrin deposition , surrounded by lymphocytes , 
macrophages , modified histiocytes (Aschoff giant cells) and modified mesenchymal 
cells (antischow ceels or caterpillar cells). 

MIDYEAR 2012 

^ J ~ ^ J ' ■ - - 

[ [T7j A male patient 50 years old complained of severe crushing chest pain radiated into the 

neck and shoulder. The pain lasted for several hours accompanied by dyspnea not relieved by 

nitroglycerin. The patient was hospitalized and investigation revealed elevated serum creatine 
* 

kinase and serum tropinin one. 

a- What is the most likely diagnosis? 

Myocardial infarction 
b- List three complications. 

* Pericarditis, * Embolism. 

- Arrhythmia. - Rupture — » tamponade. 

- Heart Failure. - Fibrosis -» aneurysm -* embolism. 

c* If this patient died after one week. Describe the histopathological changes that occur in 
the cardiac lesion at that time. 

• Gross:* hyperemic edge 

• Microscopic: 

' A PP earar, ce of macrophages with early disintegration and phagocytosis of nuclear debris 
> Appearance of granulation tissue at the edge of infarction 

_ JUNE 2014 

[1 8] Give reasons: 



[19] Complete: 



e^'av'Tl 396 i0 retina and “"iunctiva in a patient with sub acute bacterial 

considered S ' ^ '° VaSculltis ‘ T VP e ‘ M| - type- hypersensitivity”- which- 
considered- as- a- complication- of- SBE. 



a* 

b- 

c- 



Types of true aneurysms are : 
Congenital aneurysm 
Atheromatous aneurysm 
Syphilitic aneurysm 



d- Dissecting aneurysm 
e* Mycotic aneurysm 
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[l] A non smoker 40 years female complaining of dyspnea in the last year . Chest X-ray revealed j 
bilateral hyperinflation of the lungs .Laboratory investigations revealed alpha-1 anti-trypsin 

deficiency. j 

a- What is the most likely diagnosis? 

Panacinar emphysema 
b- Define the lesion. 

- Permanent dilatation and enlargement initially of alveolar ducts and alveoli and later 
destruction of respiratory bronchioles involving entire acini 

c- Explain the cause of dyspnea in this patient. 

- Expiratory airflow obstruction from loss of elastic recoil of alveoli 

d- Explain the pathogenesis of this dysnea. 

-In this type of emphysema, there is reduced diffusing capacity due to extensive lung 
destruction by the increased elastase activity due to imbalance between it and the 
deficient alpha 1 anti-trypsin which act as an inhibitor for elastase. 

-And to maintain a normal PAC02 at rest , the body shift to hyperventilation so dypnea is 

produced 

e- Which part of the lung is liable to be more affected? And why? 

-the anterior border of the lung & more severe at the base because according to ventilation 
perfusion ratio, at the base there are much capillaries so more neutrophils and more 

elastase so more destruction ■ 

f- List other two different lesions in the lung having the same category of this lung lesion. 

-irregular emphysema 
-para-septal emphysema 
-compensatory emphysema 
-centri-lobular emphysema 

g- Name other organ than the lung in this patient which must be investigated for a possible 
pathology 

-heart 

-the possible pathology : right side heart failure due to pulmonary hypertension 

h- List two causes of death that may occurs in this patient. 

- Massive lung collapse -Respiratory acidosis and coma 
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Sep 2011 

necrosing pneumonia. She now 

as a pro e cough of large amount of purulent sputum especta y on cha.ngtng position 
and early in the morning . the chest x-ray sugges ted ^** lobe b ranc h, 

a- What is the most likley diagnosis? 



- Bronchiectasis. 

b- List other suppurative lung disease. 

-Bronchopneumonia -Eni[. \ ei na 

-Lung abscess -Gangrene 

c- Explain the pathogenesis of this disease. 

Necrotizing suppurative infection produce chronic bronchia! wall inflammation ending in 
fibrosis and weakening of the wall of the bronchus 

if complete obstruction of the lumen of nearby bronchus occurs due to any cause , it will 
give rise to collapse of alveoli dragging with it the wall of bronchioles which are fibrosed 
leading to their dilatation which is permanent even if complete obstruction is removed 

- these dilated bronchi will help in accumulation of secretion adding more infection and 
more fibrosis of the wall helping more in the pathogenesis of bronchiectais 



d- Describe the microscopic appearance of this disease. 

- Bronchi: dilatedS filled e acute inflam, exudate "PNL & Pus” 

- Epith. : necrotizing ulcert hyperplasia or sq. metaplasia 

- WaH of bronchi: acute & ch. exudate "PNL, lymph, plasma cells" 

- L ung tiss u e: replaced by FT & ch. inflam cells 



' Musculoelastic tissue: destroyed and replaced by fibrous tissue 

Sep 2013 




[4 JA 67-year-old man who is a lonq term smoker "77 — - — " — — — 

ESSi x - ray revea,s a 3 - 5 cm - hi,ar ma r 

malignant cells. A transbronclla, biops^cS " ^ | ■ CV ' 0l ° 9y . P ° Si ‘ iVe 



a- What is the most likely diagnosis? 

- Small celt carcinoma 
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b- Describe the microscopic picture of this lesion? 

Neurosecretory granules -v * ectopic hormones " are seen by E/M in malignant 
cells ( mention the criteria of malignancy ) 

c What is the cause of cushinoid appearance? 

Paraneoplastic syndrome characterized by secreting ectopic adrenocorticoid 

hoi mones by the malignant cells " secretory granules " leading to this cushinoid 

appearance 

d- Mention other histologic structures of lung carcinoma 

Sqaumotis cell carcinoma 

Adenocarcinoma acinar , papillary , bronchioalveolar , solid mixed subtypes 

- Large cell carcinoma 

- Adenosquamous carcinoma 

* 

June 2013 

[4] A 40 year old woman had suffered from multiple attacks of pneumonia. She now has 
productive cough of large amount of purulent sputum specially on changing position early in 
the morning. The chest X-ray suggested dilatation of the riqht lower lobe bronchi. 

a- What is the most likely diagnosis? 

Bronchiectasis 

b- Explain the pathogenesis of the disease? 

- Necrotizing suppurative infection produce chronic bronchial wall inflammation ending in 
fibrosis and weakening of the wall of the bronchus 

- If complete obstruction of the lumen of nearby bronchus occurs due to any cause , it wilt 
give rise to collapse of alveoli dragging with it the wall of bronchioles which are fibrosed 
leading to their dilatation which is permanent even if complete obstruction is removed 
These dilated bronchi will help in accumulation of secretion adding more infection and 
more fibrosis of the wall helping more in the pathogenesis of bronchiectaiss 

c- Describe the microscopic picture? 

- Bronchi: dilatedS filled e acute inflam. exudate "PNL & Pus" 

- Epith. : necrotizing ulceri hyperplasia or sq. metaplasia \ 

- Wall of bronchi: acute & ch. exuda te "PNL, lymph, plasma cells 

- Lu ng tiss ue: replaced by EL& ch, inflam. Cells 

- Musculoelastic tissue : destroyed and replaced by fibrous tissue 

d- Explain why this patient may develop renal failure later on 

- Chronic toxemia leading to amyloidos.s leading to renal failure 
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UHL XaUA cy 

~ T 7, Z: n ahcrpsses in patient with suppurative lung diseas 

|5] Explain increased incidence of plexuses of veins reaching the b 

- Due to spread of septic emboli across para veneo p Dra 



e? 



_ JU NE 2014 

1 1 6] A 55 year old man had Sm ° ker - , He had ^T~~ 

I shaped c hest. His chest X-ray reveled bilateral hyp erinflation c^ungs more in the upper lobes 

a- What is the most likely diagnosis? 

Centrilobular emphysema 
b- What is the pathogenesis of the disease? 

• Necotin leads to chemo-attractiion and Accumulation of neutrophils and 
macrophages around respiratory bronchioles and by damaging lysosomes induce 

them to release elastase 

• Oxidants in cigarette smoke inhibit the action of alpha 1 antitrypsin {functional 
deficiency) that is : 

- Synthesized by the liver 

• Present in serum and tissue fluids 

- Act as inhibitor of protease 

SO , the net result is imbalance between them - increasing in the 
elastase activity with decreased anti elastase activity in the region of 

terminal air spaces in the respiratory bronchioles leading to destruction 
of their walls 

c- What are other complications of this disease? 

- Cyanosis 

- Pulmonary hypertension and right sided heart failure 

- Polycythaemia 

- Haemoptysis 

- Interstitial emphysema 

d- List causes of death in this disease? 

Right sided heart failure 

- Respiratory acidosis and coma 



Sep 2014 



and small amount dysnea - ^ P™ wi(h severe cough 
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a* What is the most likely diagnosis? 

- Lobar pneumonia 

b- Describe the pathological features in details. 

1- Congestion in 1st 24hr 

f.- Red hepatization = consolidation 

- Alveoli filled e fibrinous exudate, PNL, RBC 

- Red, firm, liver like gross appearance 

3- Grey hepatization: 

■ Alveoli filled e " fibrinous exudates + 

Hemosiderin produced from RBC disintegration " -> grey brown app, 

- Alveolar cap. -» congested, 

- Alveoli — ^ thickened, 

■ 

-Pleura— ► fibrinous pleurisy. 

4- Resolution; exudates liquefied gradually by proteolytic enzymes of dead 
neutrophils & absorbed by lymphatics — > LN hilar and bronchial. 

c- If recovery does not occur, what is the possible complication? 

- Abscess formation. 

Empyema ( spread of infection to the pleura' cavity ). 

- Pericarditis ( spread of infection to the pericardium j. 

- Organization of exaudate into fibrous scar tissue. 

* Bacteraemia with spread of infection to other organs producing pyemic abscesses 
in organs like kidney , spleen , brain , heart valves " acute bacterial endocarditis \ 

Sep 20 12 

[8] A 2- year old child complained of fever , dysnea and cough with expectoration after an attack 
of whooping cough. Sputum examination reveals staph aureus organisms. Radiology revealed 
bilateral basal shadows. 

a- What is the most likely diagnosis? 

- Bronchopneumonia 

b- Describe the microscopic features of this lesion? 

- Lumen of alveoli & bronchi: filled e pus ’’ suppurative exaudate ’ 

- Epith .: destroyed 

- Mucosa : ulcerated 

- Wail: infiltrated with PNL, macrop hages 

- There is vascular hae, congestion •. ; ' 
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c- 



Wha, are the two processes involved in .he pathogenesis? 

Bacterial virulence and host resistance . 

/ staph aureus is a virulent bacteria. 

✓ child with whopping cough: fow residence. 

Leading to soppura.ive inflammation and presence of infra-alveclar 
. ipadino to patchy consolidation of lung tissi 



JUNE 2012 

! [9J A heavy smoker 58 years old man suffe^w°^ning cough for several montfe 1 
followed by dyspnea . He is easily fatigued with unexplained weight loss, a chest x-ray shows 
a 5 cm right hilar lung abscess . Sputum cytology sh owsmall malignant cells. ; 

a- What is the most likely diagnosis? 

- Small cell carcinoma 

b- What is the most important predisposing factors for this condition? 

- Smoking 

c- Name other lung cancer related to the same predisposing factor. 

- Squamous cell carcinoma 

- Cancer larynx 



d- List three associated paraneoplastic syndrome? 

v' release of parathyroid like hormona e Sq.Cell Carcinoma -'hypercalcemia 
s |ACTH Cushing s $ 

^ % ADH -*• urine retention Shyponatremia 

^ Neuromuscular syndrome : myasthenia, Peripheral Neuropathy , Poly Myositis 

e- Explain the occurrence of Horner's syndrome in cancer lung? 

Due to pancoast, s tumor " which is apical lung cancer in sup. pul. Sulcus 
invade cervical sympathetic plexus—*’ Horner's synd rnmp 







Sep 2013 



|W Afen ’ al * P at| ent 45 year old complains of attack of nausea and diarrhea and melensL 
Abdominal sonography reveals a benign cystic focal lesion of liver. On aspiration reveals 
I necrotic debris with no neutrophils or pus cells. 

a- What is the possible diagnosis? 

- amebic liver abscess 

b- Can you guess the relation between colonic manifestation and hepatic lesion? 

- Complication of amoebic dysentery. 

- Vegetative forms 'emboli” of entamoeba histolytica carried by the portal circulation from 

large intestine to the liver to produce amoebic liver abscess by their liquefactive 
enzymes. 

c- Describe the microscopic features of this lesion? 

> 3 layers : 

1 . Innermost layer: liquefactive N. + amoebae + RBCs (Amoeba surr. By clear halo & has 
spherical nucleus). 

2. Next layer: few mononuclear cells + variable granulation tissue & tittle librosr. 

3. Outermost layer: compressed but normal liver tissue. 

d- What are the possible complications of this lesion? 

■" rupture in peritoneum -* peritonitis 

> rupture in stomach or Tr. Colon * . .. 

f if near to upper surface: - - , 

• Press on lymphatic’s -> Rt. pleural effusion. 

• Become adherent to the diaphragm -> rupture into pleura or pericardium. 

• Rupture into lung — > cough contents of abscess. 

a- Blood spread — * amoebic abscess in lung, spleen, rare in brain. 

e- Give 2 examples of cystic lesions of the liver. 

- Infected hydatid cyst 

- Actinomycosis 



page M8 







Written 



Eunis & A nswers of Pathology 1 Ibnkhaldon Med 




JUNE 2013 _____ . i »L_ 

iS P resenting W,th weakf iess , 

f2] A 48 year old female has long hisio y i eg [ on 0 f the liver is found, 

anorexia , loss of weight . on abdominal ultra soun — — 



a- What is the most likely diagnosis? 

■ Hpatocellular carcinoma 
b- How can you confirm this diagnosis? 

- Serum a fetoprotein is elevated in SO ; o of i^ses 

c* List possible histopathological types. 

- Clear cell type. 

- Anaplastic of giant cell type. 

- Sclerosing type. 

- Fibrolammellar type. 

- Acini & pseudoglandular type. 

- Trabecular growth pattern. 

d- List other four predisposing factors? 

1- Steroid hormaones: 

- There is link between & steroids and HCC but still need confirmation. 

2* Aflatoxin: 

- Aflatoxin Is produced by the fungus Aspergillus Flavus" that contam ; nates certain 

stable food. 

- It is experimental hepatocarcinogenic substance. 

3- Cirrhosis: 

- Due to e.g. alcohol or haemochramatosis 

4- H8V infection: 



- HBsAg +ve in high % of cases 

~ k y integration of HBV DNA into Genome of hepatocytes 
5- HCV infection 




e- 



Lately, this patient developed dyspnea , pleural effusion , fracture of femur. What i 
explanation? 

Due to metastasis to bone & lung 



is your 



f* Complete: 

• Increase serum alfa feto protein ocurrs in 

1- Hepatocellular carcinoma 



cases of & 

2-endodermal sinus tumor 
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[3] Explain, occurrence of portal hypertension in bilharzial periportal fibrosis. 

Due to development of anastomosis between the branches of hepatic artery and portal 
. H n leads to transformation of the higher arterial pressure to the portal veins 

JUNE 2012 

[ 4 ] A 45- years old man had received blood transfusion. After 5 months he presented with 
fatigue & slight malaise. Laboratory examination reveals mild elevation of liver enzymes Hbs Ag. 
ANA, SMA were negative. Anti HCV was positive. 

a* What is the most likely diagnosis? 

- Acute viral hepatitis 

b- What are the types of the degeneration that may be seen in hepatocytes? and explain their 

cause? 

1- Balloo ning degeneration : 

- Swelling of the hepatocytes with indistinct cell membrane and rarihed cytoplasm showing 
perinuclear condensation due to 

Hepatocyte injury by the virus -> damage iC N~ K p 1 -mp-* collection of Na+ inside the cell 
dragging water by the osmotic pressure -^swelling ot the cells 

2- A cidophil degeneration : ■ •;» 

Shrinkage of the hepatocytes with increased eosinophilia of the cytoplasm , pyknosis and 
eventual loss of the nucleus-* acidophil body " council man body 

c- List two complications? 

- Cirrhosis 

- Hepatocellular carcinoma 

d- How the activity of chronic hepatitis is evaluated? 

- Modified Knodell.s scars " histopathological activity index " : is graded from (0-18) 

1 . Portal inflammation -* 0-4 

2. Periportal hepatitis u piece meal necrosis 0-4 

3. Focal necrosis -> *0-4 

4. Confluent nerosis -> 0-6 
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